Two distinct paraproteins (IgG2-K and 1gM-K) from one patient shared identical light chains and significant portions of the variable regions of the heavy chains. Idiotypic determinants on the IgG and IgM molecules were shared. Earlier studies, using class-specific antisera, showed that these paraproteins were produced by two different populations of cells. The present study, using rhodamine and fluorescein conjugates of the anti-idiotype antisera, demonstrates that all plasma cells that contain immunoglobulin, whether IgG or IgM, stained with antiidiotype antisera; this occurred irrespective of whether the antisera were made originally against the patient's IgG or IgM. This, plus previous data, indicates that both populations of cells share genetic information for the constant and variable regions of light chains and significant portions of the heavy-chain genes. These, and other cited data, strongly suggest the occurrence of a switch-over from IgM to IgG synthesis in the same cell during the course of the normal immune response.
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Two distinct serum paraproteins (IgG2-K and 1g-M-K) from one patient (Til) were found to have identical light, chains by urea-starch gel electrophoresis, peptide mapping, and amino acid analysis (3, 4) . Optical rotatory dispersion and circular dichroism studies showed that both light chains also had similar secondary structure. Immunohistological studies with fluorescein-and rhodamine-labeled antiserum specific for IgG and gMl, resspectively, revealed two distinct populations of p)araprotein-containing plasma cells-one staining with antiIgG (60%7), the other with anti-IgMI (40%7) (3) . These antisera, however, were class-specific and presumably directed against anitigenic determinants located on the Fc fragments of the molecules.
More recent data (4) 
MATERIALS AND METHODS
Goat antisera to Til-IgG and Til-IgM were produced and rendered idiotypic, as already described (4) . The antisera were further absorbed with pooled normal human serum proteins that were cross-linked with glutaraldehyde (1) Rhodamine found. We confirmed these findings with fluorescein-and rhodamine-conjugated antisera produced against paraproteins which were not idiotypically specific (Fig. lab) .
In contrast, the anti-idiotype sera produced markedly different results; both the anti-Til-IgG (id) and the anti-TilIgM ( (Fig. 2) .
DISCUSSION
Previous biochemical results from our laboratory demonstrated that light chains, and a significant portion of the variable region of the heavy chain (perhaps the entire VH), were identical on these two paraproteins (Til-1g2-K and Til-IgM-K). On the basis of these results we suggested that several genes involved in the synthesis of the major portion of these immune globulins are identical, i.e., the CK, VK, and VH genes. The immunofluorescent data prove these suggestions in individual cells.
The IgM and IgG proteins are present in separate populations of these cells but, since both populations stain with the same idiotypic antiserum, they share identical genetic information for the synthesis of some or all of the VH region of these two paraproteins.T ¶ Thus, it seems probable that all these cells were originally derived from a single clone. Evidence cited elsewhere suggests that a switch-over mechanism may occur in the normal immune response (2, 4 This work was supported by grants from the National Institutes of Health (AM 08527), National Science Foundation (GB-5424), the Cancer Research Coordinating Committee, University of California, the Jane Coffin Childs Foundation; and the American Cancer Society (ACS T-386).
